For testing of weak D by gel card method, 1% red cell suspension of test sample was prepared in low ionic strength solution. Fifty microliter of 1% RBC suspension was dispensed in microtube of IgG card followed by the addition of 50 μL of monoclonal anti-D IgG (ID Diaclon Anti-D, Diamed ID Microtyping System). This was followed by incubation at 37°C for 15 min and centrifugation. The result of our study is summarized in tables 1 and 2.
The incidence of variant D varies worldwide. There is a wide range of variant D positivity reported in the literature. Mak et al., reported an incidence as low as 0.016% in Chinese donors, whereas Okrah et al. reported an incidence as high as 6.45% in African donors. [1, 2] In our study, weak D comprised 0.2% of all D antigennegative samples and 0.009% of total study population, whereas partial D comprised 0.03% of all D antigen-negative samples and 0.002% of total study population. Various authors have given the prevalence of weak D/partial D in their population. However, due to the lack of standard defi nition of weak D/partial D and the differences in the type of antisera used (monoclonal/polyclonal, single/blended), comparative analysis becomes very diffi cult.
At the level of blood banks, there is confusion as to how to proceed and what to call a sample that is negative on routine D antigen typing and positive on IAT/GCS. Furthermore, it has been adequately documented that D epitopes distribution differs with different geographic locales and ethnicities of the population. [3] It is being felt that the reagents produced in western countries may not be suitable for Indian population as D antigen is genetically controlled and major variations may exist in the D antigen profi le of Caucasians and Indians. [4] Kulkarni et al. highlighted this fact by testing 42 confi rmed partial D variants with seven commercially available anti-D reagents in India. [4] When monoclonal antiseras were used, only 59% partial D variant cells were picked up, however, polyclonal anti-D showed weak reaction with as many as 83% of partial D cells. Only two combinations picked up all partial D, whereas 90.5% available combinations of anti-D reagents did not detect partial D variants. [4] The clinical signifi cance of detecting weak D and partial D variants of Rh (D) lies in the fact that the D antigen is the most immunogenic of all protein antigens. The current opinion of the majority is that weak D/partial D subjects should be treated as D positive as donors to prevent alloimmunization if accidentally transfused to Thus, even with limited resources in a developing country like ours, there should be a standard protocol for investigating every case of Rh-negative sample for weak D testing by either IAT or more sensitive GCS. Comprehensive national transfusion guidelines need to be laid down to standardize the protocol for D antigen testing for donors as well as patients to avoid misdiagnosis and to prevent transfusion-related complications.
Sir, Though use of intravenous lipid emulsion (ILE) is increasing in intensive care unit (ICU), anaphylactic shock following ILE with ongoing septic shock is not reported.
A 19-year-old student was admitted to ICU in 3 rd week of severe acute pancreatitis with septic shock and renal injury. He was kept on vasopressor infusion, mechanical ventilation and broad spectrum antibiotics and antifungal (meropenem and amphotericin) and renal replacement therapy. On 4 th ICU day we decided to add ILE (Fresenius Kabi, Bad Homburg, Germany) in his parenteral nutrition. Few minutes after starting of 1 st ILE bottle, nursing-in-charge noted that patient's need of vasopressors was increasing. Noradrenaline requirement increased up to 0.5 mcg/kg/min within 20 min of exposure and vasopressin infusion had to be started @0.04 U/min. Patient was febrile (38.5°C) also. Other injections (antibiotics) were going on infusion pump since last 4 h. On close observation, we found rashes on the chest and forearm area [ Figure 1 ]. On auscultation, there was bilateral diffuse ronchi. We found epiglottis and laryngeal edema on videolaryngoscopy [ Figure 2 ]. We stopped ILE immediately and injected hydrocortisone 100 mg, pheniramine 1 amp intravenously and 1 mg of adrenaline intramuscularly. Blood samples (drawn immediately) showed serum total IgE level 100 kU/L. Retrospectively, we got the positive history of soybean allergy and a history of severe hypotension requiring vasopressors, 2 years back while undergoing short general anesthesia (probably with propofol). However, there was no history of egg allergy or hyper-reactive airway disease.
Allergen skin testing with intralipid and propofol were positive while some antibiotics (penicillin) were negative. He could be successfully extubated and discharged from ICU.
Comments Comments
Intralipid contains soybean oil, egg lecithin and glycerol in an isotonic solution. [1, 2] In our case, suspicion of anaphylaxis was 
